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Cast  of  hscurrent  Botuliem  Poisoning  »•**< 

By:  B.  RASZMJA,  Poznan,  ul.  Rokossowekiego  64,  a.  12 

(From  tha  Iat  Clinic  for  Internal  Diseases,  Medloal  Academy,  Posnmn; 
director:  prof.  Dr.  ST.  KWASSICTSXI) 

(Received  Hay  30,  1953) 

•Translated  by:  Idwmrd  Lachowicz,  Maryland,  Medical-Legal  Foun¬ 
dation,  Inc.,  700  Pleat  Street,  Baltimore,  Maryland,  21202) 

It  hae  generally  been  claimed  that  Cl.  botullnua  producea  lta 
toxin  exclusively  in  food  products  outside  an  organism.  It  has  also 
been  supposed  that  Cl,  botulimua  is  a  toxic  saprophyte  and  ia  in¬ 
capable  to  multiply  inside  an  organism.  As  the  toxin  enters  the 
organism  with  ingested  food,  Lt  causes  a  serious  poisoning.  Hence, 
the  inference  that, in  the  case  of  botulism, we  are  dealing  exclusive¬ 
ly  with  a  poisoning. 

3ut ,  investigations  of  MATVSSV ,  KOBYCXI  et  al.  shed  in  recent 
years  h  new  light  on  pathogenesis  of  the  disease;  thus,  a  relative 
p>«oitiot:  *.  *  assumed  that  the  mods  of  development  of  botulism  reveala 
h  toxinfec tious  pathogenesis.  The  authors  based  their  opinion  on 
>::  imcal  observations  and  on  ample  experimental  material. 

For  example,  a  condition  in  which  diesiailar  incubation  period 
;a  sometimes  short  and  lasts  few  hours,  or,  at  times,  lt  lasts  even 
up  to  14  dmye,  depends  on  initial  dose  of  the  toxin  that  entered  the 


organism;  the  larger  the  doBe,  the  shorter  the  incubation  period. 
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MATVEEV  explained,  in  sob*  caaea,  a  prolonged  incubation  period 
by  thia  that  a  toxic  doaa  entering  the  organiea  with  ingested  food 
waa  too  aaaXl  to  develop  in  a  ahort  time  tha  symptoms  of  poiaoning. 

A  full  olinioal  plotura  develops  only  aftar  the  toxin  had  bean  pro- 
duoad  in  aufficlent  doaa  in  the  organiea  by  Cl.  botulinua. 

MATVEEV  alao  explained  the  Increaaad  body  temperature  by  ao- 
t It tty  of  Cl.  botulinua  after  poiaoning  with  botulism.  A  alow  oouree 
of  recuperation  froa  poiaoning  with  botulism  may  indicate  that  botu- 
llnal  bacilli  multiply  and  thue  produce  a  toxin,  therefore  the  nature 
of  the  dlaeaae  ie  toxlnfectioua. 

In  the  material  obtained  from  patienta  stricken  with  botullaa 
and  treated  with  eerum  we  found  (in  late  stages  of  their  treataent) 
botulinal  bacilli  and  their  toxins  in  the  blood,  urine  and  feces. 

The  followers  of  the  toxinfec Clous  pathogenesis  of  the  dlaeaae 
explain  that  the  appearance  of  t:»e  toxin  in  the  blood  and  urine  of 
patienta  treated  with  serum  ia  due  to  a  condition  that  the  toxin  is 
produced  in  the  organism  by  Cl.  botulinua. 

The  ample  bibliography  about  botulism  invariably  implies  that 
in  auch  caaea  a  relapse  ia  very  rare;  thus,  because  of  thia,  we 
described  the  following  case  as  we  observed  it. 

Z  .£ . ,  38  years  old,  a  HU -gang  crew  bomber,  came  in  September 
1952  to  the  let  Clinic  for  Internal  Diseases,  Medical  Academy, 

Poxnan,  with  symptoms  of  dimmed  vision,  dryness  in  the  mouthi  hoarse 
throat,  difficulties  in  urination  and  a  general  weakness.  The  be¬ 
ginning  of  the  disease  occurred  suddenly,  5  days  before  his  arrival 
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to  the  clinic;  it  produced  vomiting,  diarrhea  and  abdominal  paine. 
The  patient  attributed  hie  ailaente  to.  the  ingestion  of  boiled 
chicken.  But,  the  whole  faaily  ate  the  same  food  and  nobody  else 
became  ill.  The  indisposition  of  the  alimentary  canal  disappeared 
within  two  days  after  adaptation  of  strict  diet.  However ,  the  weak¬ 
ness  became  intensified  and  it  was  followed  by  dryness  in  the  mouth 
and  the  dimness  of  vision.  The  patient  went  to  a  doctor,  who  eus- 
peoted  botulinal  infection  and  directed  him  to  the  clinic. 

The  patient  experienced  speech  difficulties  due  to  hoarse 
throat.  He  complained  having  a  double  vision  and  dimmed  vision  in 
trying  to  see  distant  objects,  also  a  lack  of  vision  in  looking  at 
close  objects.  His  appetite  was  considerably  diminished;  he  also 
had  difficulties  in  swallowing  due  to  the  dryness  in  the  mouth  and 
this  was  followed  by  constipation.  He  complained  having  difficulties 
in  urination  in  spite  of  the  tenesmus  feeling. 

Past  diseases.  He  spent  two  weeks  in  bed  about  three  months 
ago  at  the  City  Hospital,  Poxnan,  suffering  from  botulism,  which  was 
a  group  infection.  Sight  persons  became  ill  having  eaten  the  same 
type  of  food.  The  patient  stated  that  he  experienced  at  that  time 
similar  symptoms,  but  of  a  far  lesser  severity.  He  did  not  receive 
antibotulinal  serum  treatment.  After  his  ailment  declined  two  weeks 
later,  he  was  discharged  from  the  hospital  and  had  a  feeling  of 
being  healthy  up  to  the  present  time.  He  was  never  sick  before. 

While  considering  his  deviations  from  a  normal  state,  we  de¬ 
termined  that  the  patient  was  apathetic  and  his  facial  expressions 
showed  considerable  weakness.  His  skin  was  pale  and  dry.  The  pupils 


r  wide  and  round,  failed  to  roact  on  light,  to  converge  and  to  r»- 
adjust,  fha  aucoaa  of  tha  mouth  and  naao pharynx  vara  dry.  The  tongua 
was  dry  and  eoatad  vith  a  white-gray  fur.  Tha  patient* a  conversation 
. .waa  qulat,  the  voice  vaa  hoars*  and  aufflad. 

A  aupplamanta ry  examimtiou  revealed  a  daoraaaa  of  blood 
oorpuscles  to  13/28,  Tha  blood  and  urina  pioturaa  vara  noraal, 

Tha  alaotrocardiography  revealed  no  deviations  from  a  noraal 
condition. 

Conoid# ring  tha  daaorlbad  clinical  picture,  we  recognised  botu- 
llnal  poisoning  after  we  excluded  tha  atropine  and  nuahrooa  poison- 
Inge  on  account  of  tha  lack  of  typical  symptoms  and  aa  a  result  of 

anaanesia. 

Tha  general  condition  of  tha  patient  was  grave  during  tha  first 
5  daya,  although  ha  had  no  fever,  but  was  apathetic  and  very  weak. 

He  wae  administered;  200  ml  of  serua,  strychnine  injections, 
intravenous  and  suboutaneous  injections  of  physiological  solution 
of  salt,  laxatives  and  instillation  of  pilocarpine  into  the  conjunc¬ 
tival  aac. 

Hia  course  of  recuperation  was  slow.  The  first  subsiding  symptom 
waa  thet  of  difficult  urination  and  then, dryness  in  the  south  and 
in  the  nasopharynx  aucoaa  began  to  disappear  gradually.  The  longest 
lasting  of  all  symptoms  were  the  optical  disturbances.  The  patient 
left  the  clinic  after  3  weeks  of  hospitalisation;  his  state  of  health 

waa  generally  improved  and  no  obvious  symptoms  remained. 

We  were  dealing  in  this  case  with  a  rare  incident  of  recurrent 
botullnal  poisoning  that  followed  after  a  complete  recovery. 


The  Interpretation  of  this  phenomenon  is  difficult.  As  s  partial 
explanation  ons  nay  accept  the  tc.lnfectlous  background  of  the  dis¬ 
ease. 

Experiments  prove  that  spores  of  botulinal  bacillus  can  renaln 
in  animal  organs  100  to  120  days  without  loosing  their  abilities 
to  multiply.  A  reduced  resistance  in  an  organism,  caused  by  ad¬ 
ditional  infection  or  trauma,  favors  a  development  of  larger  quanti¬ 
ties  of  toxin,  it  also  supports  reproduction  of  bacillus,  conse¬ 
quently  outbreak  of  the  disease  follows. 

It  should^ a  assumed  that  botulinal  bacillus  and  spores  sur¬ 
vived  in  the  a r gen lea  of -the  patient  after  his  first  -illness,  and 
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-  that,  due  to  reduced  resistance  for  unknown  reason,  the  toxin  began- 
to  develop  and  cauee/'tfce  recurrent  illness.  / 

The  described  case  may  serve  as  a  contribution  to  the  postulate 
of  toxinfectious  pathogenesis  of  botulism. 
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